An 85 year old man with a longstanding history of non-tophaceous gout developed a single large tophus, unassociated with inflammation, on his paretic leg over a six week period following an acute hemiplegia. The rapidity of tophus formation, its localisation to the paretic limb, and the apparent blunting of the acute inflammatory response represent a previously unreported interaction between gout and neurological deficit.
(Ann Rheum Dis 1993; 52: [308] [309] Considerable interest exists in the interaction between neurological deficits and the clinical expression of rheumatic diseases. The sparing effect of upper or lower neurological deficit on the subsequent development of arthropathy, including gout, has been well described. `6 Conversely, a few cases have been described in which exacerbation of established joint disease has followed hemiparesis. We report an apparently unique patient with a history of recurrent acute gout, in whom the development of a hemiparesis was followed by the rapid appearance of a non-inflammatory tophus on the heel of his paretic foot.
and intact with no signs of local inflammation. No other swellings were apparent elsewhere. A lateral radiograph (fig 1) showed soft tissue swelling superficial to the Achilles tendon insertion with an underlying small focus of calcification. Aspiration of the swelling confirmed urate crystals in a typical tophus 'sheet' configuration (compensated polarised light microscopy). After aspiration macroscopically white crystal deposits exuded through the needle track (fig 2) , without provoking an inflammatory response.
Further investigations showed: urea 11-7 mmol/l (normal range 1- 6 5 12 Although there was no overt preAchilles trauma, ulceration or bursitis, the calcific focus on the radiograph might support local tissue injury and indicate that a small, unidentified (mixed) crystal deposit had been present at this site for some time. Whether a crystal mass originated before or after the stroke, however, the hemiparesis seems to have encouraged accelerated crystal deposition and tophus development.
The only comparable case is that reported by Cosgrave and Lewkonia' of a patient with posttraumatic 'frozen shoulder' who developed tophi in the ipsilateral hand six months later. Although there was no neurological deficit, disuse or altered regional blood flow were again both proposed as mechanisms of causation.
Tophus formation is normally regarded as a slow process. Although in vitro formation of monosodium urate monohydrate crystals can be rapid, in vivo formation is estimated to take many months,'3 and tophi usually occur in association with symptomatic chronic gout. In our patient the speed of formation of his first ever tophus was rapid. The absence of associated inflammation is also remarkable, particularly as newly forming (compared with older) urate crystals might be expected to expose more 'naked', non-protein coated surfaces for interaction with cell surfaces and inflammatory mediators.'4 The morphology of the urate crystals seemed typical of those seen in tophi, though it is possible that such rapidly forming crystals might present less active surfaces with respect to surface charge and 'roughness'. Diminution of the inflammatory reaction consequent upon altered neurovascular responses would seem a more plausible explanation, possibly mediated through reduction in neurotransmitters. 5 ipsilateral hemiparesis. 
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